Rheumatoid and nonrheumatoid synovial cell cultures were challenged with Newcastle disease virus and rubella virus in an attempt to confirm reports that rheumatoid synovial cells are relatively resistant to infection with these viruses. Newcastle disease virus caused complete cell destruction by day 7 in both rheumatoid and nonrheumatoid cultures, and peak virus titers were similar. Rubella virus replicated in both rheumatoid and nonrheumatoid synovial cell cultures, and no consistent differences in virus titers were detected. Rubella-infected cell lines were observed for up to 28 days and no virus-specific cytopathic effect was seen.
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Chronic or noncytopathic viral infection of cells may be manifested as cellular resistance to infection with other viruses (5, 6, 8 Grayzel . Two of the control subjects had degenerative joint disease, and the others had normal joints. Cell cultures were examined qualitatively for hyaluronic acid in the media, and 9 of the 12 rheumatoid specimens and 6 of 8 control specimens were positive.
Replication of NDV in synovial cells. The growth of NDV was assessed in four rheumatoid and four normal synovial cell lines (Fig. 1) . There was no appreciable difference in the rate of virus growth or peak titer of virus between normal and rheumatoid cells. CPE was observed by day 5 and progressed uniformnly to complete cell destruction by 7 days in all virus-infected cultures. (Table  2 ). This rapid rate of degeneration was not seen in synovial cell cultures maintained on 10%N serum. Synovial cell monolayers (50 to 75%O confluent) were inoculated with a 6: 1 or 1:25 multiplicity of rubella virus, and the subsequent replication of rubella virus was followed by serial determinations of the virus titer in the media. The results with eight rheumatoid and six nonrheumatoid cell lines are presented in Fig. 2 .
Virus titers on individual specimens showed wide fluctuation; but upon combining the data, Rheumatoid ( It is unlikely that our inability to confirm the original observations of Grayzel (4) is due to differences in the challenge strain of rubella virus, since Grayzel (personal communication) has been able to repeat his observations with the M-33 strain of rubella virus. In addition, it is unlikely that the conflicting results are due to differences in the cells tested since the methods of establishing cultures of synovial cells are similar, and cell lines established by Grayzel were included in the present study and in Person's study (7) .
If the differences in reported findings are not due to differences in technique, they may be due to differences in susceptibility of synovial cells to viral infection. Ford and Oh (3) reported considerable variation in the sensitivity of both normal and rheumatoid synovial cells to infection with NDV, and we noted similar variability in sensitivity to rubella virus. As the number of synovial lines tested for sensitivity to rubella virus infection by various laboratories increases, it appears that relative resistance to infection with rubella virus may be an occasional but probably not a general property of rheumatoid synovial cells.
